INTRODUCTION
Neutrophils are the largest population of immune cells in the body and play a key role in combating bacterial infections. There is however increasing evidence that, apart from killing pathogens, neutrophils may also cause tissue damage in some pathological conditions such as trauma1, sepsis2, adult respiratory distress syndrome (ARDS)3, and rheumatoid arthritis4. Neutrophils secrete toxic products, such as hydrolytic enzymes and toxic metabolites of oxygen, which have the potential to cause damage to neighbouring cells and extracellular matrix. Recently, a number of cytokines have been shown to cause "priming" of neutrophils; a state in which the neutrophils are "prepared" to act upon a secondary stimulus. Treatment of neutrophils with some cytokines, including tumor necrosis factor 56 alpha (TNFa)', interleukin-1 (IL-1), interleukin-6 (IL-6) interleukin-8 910 11 (IL-8) granulocyte-macrophage colony-stimulating factor (GM-CSF) transforming growth factor-beta (TGF-/3) 12 or interferon-gamma (IFN7) 13 causes an increased respiratory burst on stimulation with such agents as the peptide, f-metleu-phe (fmlp). Since The neutrophil respiratory burst was monitored using luminol-dependent chemiluminescence as previously described21. Briefly, neutrophils were preincubated in the presence of luminol with or without cytokine for 10 minutes in a water bath (37 C) and were then put into the luminometer to record their base line response. (Figure 2) . Similarly, although IL-8 (lng/ml) and IL-6 (200 U/ml) primed neutrophils from controls (priming index 53% and 20.0% respectively), the priming of neutrophils from obstructive jaundice was reduced (priming index -25% and 9% respectively. (Figures 3 and 4) .
In contrast, interleukin-1 had a significant priming effect on neutrophil oxidative responses both from controls, priming index 35%, and from patients with obstructive jaundice, priming index 15%; ( Figure 5 ). This study has therefore shown that neutrophils from patients with obstructive jaundice have a greatly increased oxidative response, possibly due to prior exposure to circulating cytokines, and that for patients with an especially high oxidative response and desensitization to certain cytokines this might be potentially harmful and effect their immediate prognosis.
